Epidemiological surveys have indicated that the risk of developing alcoholic cirrhosis is related both to the amount and duration of alcohol abuse.' On the basis of numerous histological surveys of liver disease among chronic alcoholics, however, it is estimated that only 30% of heavy drinkers will develop alcoholic hepatitis and 10-15% cirrhosis. 2 The controversy was reawakened in 1986 by the publication of two studies; one from France which showed an increased prevalence of HLA-B15 and reduced prevalence of B13 in patients with alcoholic cirrhosis7 and one from the USA which showed an increased prevalence of B8 in whites with moderately severe alcoholic hepatitis. Therefore, we have been stimulated to report our own findings. As part of an extensive epidemiological study of 510 patients with histologically proven alcoholic liver disease in Scotland and northern England,9 class I histocompatibility antigens were typed in a randomly selected cohort of 327 patients.
Methods

PATIENTS
Patients were accessed at seven centres in Scotland and one in Newcastle as part of a collaborative study of the Caledonian Society of Gastroenterology.' All patients were British, caucasian, had a history of regular alcohol consumption in excess of 60 g daily and histological evidence of alcoholic liver disease. Patients were classified histologically as showing fatty liver, alcoholic hepatitis, active alcoholic cirrhosis (together with alcoholic hepatitis) or inactive alcoholic cirrhosis.
All samples for HLA typing were transferred to 146
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Discussion
This large study has therefore failed to confirm any evidence of an HLA associated genetic predisposition to alcoholic liver disease in Scotland and Newcastle. In particular, the frequencies of HLA-B8, B13, B15, and B40 were little different between any of the patient groups or controls, thus confirming the other well documented negative report from Liverpool in the UK. 6 Histocompatibility locus antigen associations with 20 Overall, we would conclude that there is little evidence to support the concept that any subset of HLA-A and B loci grouped individuals have an increased susceptibility to alcohol induced liver damage. The relationship with DR antigen frequency should probably be further explored in the future. 
